The association between nodular lymphoid hyperplasia (NLH) of the upper small intestine and parasitic infestation, particularly with giardiasis, was initially described in patients with humoral immunodeficiency disorders. ' Subsequently, lymphoid nodules have been described in the terminal ileum2 and colon3 of immunologically normal children, but nodular lymphoid hyperplasia of the upper small intestine has only rarely been observed in the absence of humoral immunodeficiency.
In this report we describe a series of 25 patients with giardiasis who had normal serum immunoglobulins and nodular lymphoid hyperplasia of the upper small intestine. It was suspected, on patients who were treated with metronidazole. Twelve of the 19 patients improved symptomatically after treatment. In seven patients, bowel symptoms improved but anorexia and weight loss persisted. These seven patients were found to have persistent partial atrophy of the villi and malabsorption, and were presumed to have an underlying primary tropical malabsorption syndrome; they were subsequently treated with tetracycline and folic acid. In 17 of the 19 patients changes of nodular lymphoid hyperplasia could not be detected in two or more jejunal biopsies repeated after treatment.
Discussion
Certain features distinguish this group of patients from those with the classical syndrome of nodular lymphoid hyperplasia, which has been described in patients with panhypogammaglobulinaemia or selective IgA deficiency.' In this syndrome, jejunal villus architecture is generally normal, bacterial overgrowth in the jejunum is common, and plasma cells are absent or deficient in the lamina propria. ' Two patients in group 2 were found to have a primary upper gastrointestinal lymphoma. Both patients have a long history of recurrent giardiasis and one patient had radiological features suggestive of nodular lymphoid hyperplasia four years before the diagnosis of lymphoma. A similar case of nodular lymphoid hyperplasia and lymphoma in a normo-gammaglobulinaemic patient has been described by Kahn et al."' Shaw and Hennigar 20 have described the occurrence of nodular lymphoid hyperplasia in association with lymphoma outside the gastrointestinal tract. The association between nodular lymphoid hyperplasia and jejunal lymphoma has also been described in a patient with adult onset hypogammaglobulinaemia.'
The clinical picture in patients in group 2 is similar in many respects to that of patients with alpha heavy chain disease. It is postulated that an unknown chronic antigenic stimulus underlies this disease.22
Giardiasis is commonly found in these patients, although no consistent association with any pathogen has been noted. It is interesting that in some cases of alpha heavy chain disease the initial biopsy of the jejunum and/or mesenteric lymph nodes shows a non-specific hyperplastic lymphoid infiltration.23 Subsequently a plasma cell infiltrate becomes evident. Similar lympho roliferation is associated with dilantin therapy 4 and coeliac disease25 where there is a spectrum ranging from a benign non-specific reaction to overt malignancy. Whether a genetic predisposition or an unknown stimulus could trigger the malignant potential of these disorders remains speculative. 
